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the body of the neck by the scalenus anterior
muscle.
Bearing in mind A and B, it is plain that a uni-
fying lesion responsible for the syndrome would
have to be much larger in the thoracic inlet than
it would at the level of the sixth cervical
vertebra. Furthermore, at the apex of the tripod
lies the internal jugular lymphatic chain. It seems
probable that these lymphatics may be infiltrated
with carcinoma and that direct spread from them
may involve the sympathetic chain, vagus and
phrenic nerves. If the cervical nerve roots are also
involved, this may account for the associated
shoulder pain. In my paper various other possible
neuroanatomical explanations were considered,
including those postulated by Davis and Watson,
and I do not doubt that in the future the syndrome
will be found in association with radiation fibrosis,
multiple metastases and direct trauma and that in
some patients large thoracic inlet lesions may be
responsible. However, for the reasons explained in
the paper, I still consider a lesion at the level of the
sixth cervical vertebra to be the most likely
explanation in the three cases of metastatic
carcinoma of the breast in whom the syndrome
was first recorded.
Using Pancoast's syndrome as a model, Dr
Mantell (March Journal, p 214) has raised the
question of therapy. A cardinal sign of Pancoast's
syndrome is pain around the shoulder and down
the ann. Mantell (1973) considers this pain to be
caused by the infiltration of malignant tissue into
the intervertebral foramina and has shown that it
frequently responds to irradiation so long as the
field of radiation is wide enough to include the
intervertebral foramina. Patients with the newly
recognized syndrome also tend to suffer from pain
in the shoulder. It will be interesting to see if these
patients also require irradiation of the inter-
vertebral foramina in order to achieve pain
control, or whether irradiation of the region of the
internal jugular lymphatic chain will be sufficient.
Whatever the cause of the newly recognized
syndrome, it may be relatively common (Mantell
1982), and when seen in patients with malignant
disease it would seem to be a preterminal
syndrome.
C M E ROWLAND PAYNE
28 July 1982
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Post lumbar puncture headache
From Dr J S Ruddell
Kelowna, British Columbia, Canada
Dear Sir, It would be very interesting to have
details of the ages of the patients in the study by
Handler et al. of lumbar puncture headache (June
Journal, p 404).
In my experience over almost 50 years it is the
younger people who experience headaches,
whereas those over 60 years rarely, if ever, do.
I had a lumbar puncture when I was 28 years
old and had a very severe headache, but when I
was 60 plus I had another lumbar puncture with
no discomfort at all.




A copy of this letter was sent to Dr Handler,
whose reply follows:
Sir, I am grateful for the opportunity to reply to
Dr Ruddell's interesting and clinically pertinent
question although, unfortunately, I am unable to
do so conclusively.
The subjects in our recent trial (June Journal,
p 404) had a skewed age distribution as most
received lumbar puncture during investigations
for symptoms suggestive of demyelination. Only 2
of the patients were over 60 years of age (and,
incidentally, did not develop post lumbar
puncture headache) and this endorses the clinical
observation that patients rarely present with their
first symptoms of multiple sclerosis over the age of
60. Thus it is very difficult to comment on any
possible relationship of age and the development
of post lumbar puncture headache from our study.
My impression, however (albeit from a much
shorter clinical experience), is similar to Dr
Ruddell's. The answer would be best provided by
a study in a population incorporating a




From Dr M E Kilpatrick and others
US Naval Medical Research Unit No. 3
FPO New York NY 09527, USA
and Abbassia Fever Hospital, Cairo, Egypt
Dear Sir, The paper by Handler et al. (June
Journal, p 404) further adds to data that bed rest
after lumbar puncture (LP) does not prevent post
lumbar puncture headache (LPH).
We were struck with the absence of LPH on the
NAMRU-3 Abbassia Fever Hospital meningitis
ward where over 500 patients are admitted
annually and over 2000 LPs are done annually.
916 Journal of the Royal Society of Medicine Volume 75 November 1982
Realizing that the depressed sensorium of the
acutely ill patient could prevent complaints of
headache, we prospectively observed 34 clinically
well patients (aged 4-38 years, mean 17)
undergoing LP. These 19 males and 15 females
were all on outpatient therapy for tuberculous
meningitis, having completed 6 to 7 months of
inpatient therapy. During their 2-year anti-
tuberculous therapy they were readmitted every 2
months for physical examination, liver function
studies and LP. All LPs were done with the patient
in a sitting position. A sterile, disposable 18G
needle was used (20G for small children) and
8-17 ml of CSF was withdrawn. Patients walked
into the room for the LP and walked out. There
was no period of bed rest after LP. All LPs were
done before noon and the patients assisted with
care of other patients afterwards. Patients were
closely observed by nurses and physicians for 2-7
days after LP and there was not one complaint of
headache, dizziness, nausea, or other adverse
symptom. (Supported by NMRDC, NNMC,
Bethesda, Maryland, Work Unit No.
MROOOOIO1-3037.)
Several reports have suggested that patients
with schizophrenia have minimal or no LPH. We
would like to suggest that the cultural background
of the patient may be a factor contributing to the
degree of apprehension about LP and awareness
of complications. This in turn will affect the
incidence of LPH.
Yours sincerely
M E KILPATRICK N I GIRGIS
M W YASSIN A ABU EL ELLA
12 August 1982
Lymphadenopathy mimicking lymphoma associated
with cryoglobulinaemia and arteritis
From Dr M Ingle Wright
Department of Pathology
University of Manchester
Dear Sir, Professor Friedmann's letter (August
Journal, p 670) and the paper by Slater et al. (May,
p 346) prompt me to point out that a similar case
has also been described from the Mayo Clinic with
lymphoproliferative disorder, mixed cryoglobulin-
aemia and an immune complex mediated
vasculitis (Huston et al. 1978).
The importance of the case is that the patient (a
middle-aged woman) had been followed as a case
of Behset's disease for 13 years with various severe
manifestations, developing lymphadenopathy
initially diagnosed as lymphoma. They gave other
references of importance, one of which (Kaneko et
al. 1974) is of a 'nasal lymphoma' developing in
Behiet's disease, and reports the autopsy findings.
We do not know the true prevalence of Behset's
syndrQme in any country. We do know that nasal
lymphoproliferative and destructive lesions are
rare. These considerations do not imply that the
association is causal, only that it might be so.
Strom (1965) reported endonasal mani-
festations in ectodermosis erosiva pluriorifi-
cialis, associated with cold agglutinins, some
with mycoplasmal antibodies;-two cases of
Behcet's syndrome in the series did not, however,
show endonasal lesions at that time.
It is hoped that cases with destructive orofacial
lymphoproliferative lesions of the type described
will be investigated for systemic vascular diseases,






Huston K A, O'Duffy J D & McDuffie F C
(1978) Journal of Rhewnatology 5, 217-223
Kaneko H, Hojo Y, Nakajima H et aL
(1974) Acta pathologica Japonica 24, 141-150
Strom J
(1965) Lancet i, 457-458
Fournier's gangrene and diabetes mellitus:
survival following surgery
From Dr G M Dootson, Dr C W Lott
and Mr C U Moisey
Department of Urology
Royal United Hospital, Bath
Dear Sir, In your July issue (p 530) Slater, Smith
and Mundy presented two cases of diabetes
mellitus presenting with Fournier's gangrene.
They commented that although the association
had been noted by Fournier (1883), there were
only three such cases in the literature presenting
with diabetes mellitus (and ketoacidosis). We
report a patient presenting with Fournier's
gangrene and previously undiagnosed diabetes
mellitus who survived following surgical
debridement.
A 71-year-old man with a 2-month history of
unexplained weight loss was admitted with a 4-day
history of scrotal pain. On examination he was
confused, dehydrated and ketotic. His
temperature was 36.8°C, pulse rate 100/minute
and blood pressure 110/60 mmHg. The scrotum
was swollen and very tender and with a necrotic
area 3 x 2 cm on its under surface. Investigations
showed a blood glucose of 29 mmol/l, bicarbonate
24 mmol/l, potassium 4.5 mmol/l, sodium
128 mmol/l and urea 19 mmol/l. His haemoglobin
was 11.9 g/dl, white cell count was 21 x 109/l (94%
neutrophils) and platelet count was 249+109/1.
He was rehydrated and later on the day of
admission the gangrenous area was excised under
spinal anaesthetic. Gas and abscess formation was
noted in the tissue planes. His diabetes mellitus
